Long-chain polyunsaturated fatty acids (PUFAs) (1) , triiodothyronine (T5) binding to nuclear receptors in rat liver (2, 3) and to the proto-oncogene cerbA (4) and angiotensin II membrane receptors in bovine adrenal glomerulosa (5) . On the other hand, PUFAs have also been shown to decrease binding by non-competitive inhibition, as has been observed for a series of steroid hormone receptors in rat brain and prostate (6, 7) and for vitamin D3 receptors in chick intestine (8) . Recent (9) .
hi the search for a putative site of interaction of PUFAs on a steroid hormone receptor, the rat liver cytosol glucocorticoid receptor was used as a model. Four questions were asked:
(i) Is the interaction of the fatty acid with the glucocorticoid receptor different when the ligand is the glucocorticoid antagonist RIJ486 (10) instead of an agonist?
(ii) Would covalent cross-linking (11) (inset of Fig. 3 ). Under these conditions, the rat liver glucocorticoid receptor has been reported to contain only residues 518-795 at the C-terminal end of the rat liver glucocorticoid receptor (12 (Fig. 4C) . The degree of inhibition by C22:6 was less than that observed in the presence of mono¬ clonal antibodies (Fig. 4A and B) (24) .
By analogy, it is interesting to compare the interaction of fatty acids with protein kinase C, an enzyme whose activity is stimulated by diacylglycerol and unsaturated fatty acids and requires phosphatidylserine (25, 26) . Protein kinase C contains a cysteine-rich domain with one or two "zinc fingers" (27) characteristic of many transcription activation factors, such as the superfamily of steroid hormone receptors (28) . The site of binding of diacylglycerol lies in the zinc finger of the cysteine-rich domain (29) , and the flanking regions of this domain contain residues that are probably the sites of interaction of phosphatidylserine as well as unsaturated fatty acids (30 
